Hoff, Smith and Winkler (1) found that dogs with anuria secondary to nephrectomy or to ureteral ligation die from cardiac arrest due to autointoxication with potassium. Potassium, derived from the breakdown of the animal's own tissues, can apparently neither be excreted nor stored, and gradually accumulates until a concentration sufficient to cause cardiac arrest is attained. A clinical state somewhat analogous to these forms of experimental anuria has recently been described by Beall and others (2, 3, 4, 5) in patients with anuria of several days duration following crushing injuries. In some patients the potassium of serum rose considerably, and it seems possible that in some instances death may have been due to potassium poisoning. Since desoxycorticosterone acetate (hereafter called "DOCA") may, under certain circumstances, lower the serum potassium, the possibility that this substance might prove of therapeutic value naturally presented itself. Selye (6, 7) and Dosne (8) have in fact reported considerable prolongation of life in anuric rats previously treated with DOCA, and have termed this effect an "antiuremic action." The present study deals mainly with the results of DOCA injections in anuric dogs. Several supplementary experiments with whole cortical extract were carried out.
MATERIALS AND METHODS
The general procedure and the specific techniques employed have been described in detail previously (1) . No water or food was given during the course of the experiments, so that vomiting with secondary chloride depletion was virtually absent. All injections of DOCA or of cortical extract were made after the ureters were ligated. The protocols are summarized in Table I . The times of survival after ligation and the concentrations of potassium in serum at death fall within the same ranges in the injected animals and in those of the control series. The several groups are therefore essentiaily the same in each of these two respects. Also the increase in serum potassium, relative to the increase in the blood nonprotein nitrogen, is about the same in the control animals and in the injected animals.
Qinically the behavior of the treated animals was indistinguishable from that of the untreated ones. The electrocardiographic changes prior to death in the injected animals were of exactly the same character, typical of progressive potassium poisoning, as those of the control group. The usual relationship of serum potassium to electrocardiographic changes (1, 9) was unaltered.
DISCUSSION
Obviously DOCA had no beneficial effect whatsoever in these animals. Yet DOCA, adminis- tered parenterally to the intact animal in doses comparable to those given here, is known to cause an increased renal excretion of potassium (10) . In fact, if potassium intake be restricted, DOCA injection in the normal animal will in time deplete the potassium of serum and of muscle as well (11) "(a) ." It has, however, been suggested that DOCA and cortical extract may act at "(b)" as well (12) . Only some such hypothesis would justify the conclusion that DOCA had a beneficial action in the treatment of anuria. Our experiments do not support the validity of this second supposition.
It is not proper, on the basis of these experiments, to deny extrarenal action of DOCA or of cortical extract upon potassium metabolism. On the contrary, there is good evidence that cortical extracts rich in "compound E" (11 dehydro-17 hydroxy corticosterone) accelerate protein breakdown (13), which in turn might accelerate the release of cellular potassium. Such extracts may also increase glycogen deposition in the liver (14) , a process which is thought to be associated with the withdrawal of some potassium from the extracellular fluid (15) . All that can be said is that such effects are quantitatively too small to be detected under the conditions of our experiments.
It has been mentioned before that Selye and Dosne (6, 7, 8) have found that rats previously treated with DOCA survive ureteral ligation for a longer time than do those not so treated. Actually, there is no experimental conflict between their observations and ours. They gave the DOCA injections for a period before the production of the anuria, whereas our injections were always given afterwards. By giving DOCA while the kidneys were still functionally intact, they encouraged an excessive potassium excretion, which might in turn be expected to produce some measure of depletion of tissue potassium (11 3. Failure to demonstrate such an action of desokycorticosterone acetate upon potassium distribution in the anuric animal suggests that its effects upon potassium metabolism in the intact animal are secondary to its renal action.
4. On the basis of present knowledge of its pharmacological action, desoxycorticosterone acetate could only be expected to influence the course of an anuric subject favorably if it were given prior to the establishment of anuria.
